A genealogical study has been carried out in the families of subjects affected by progressive muscular dystrophy. The following parameters have been taken into account: (i) the age of onset, (2) the clinical characteristics, and (3) the age of the possible exitus. Consanguineous series, with their genetic correlation, are drawn from this sample of families, and r correlation coefficients are calculated with respect to the above experimental parameters. The r values thus obtained are then compared with those that one would expect on the hypothesis that the temporal traits considered be genetically determined. Psoriasis is a genetically conditioned dermatological disease characterized by significantly different sex and age distributions. It could thus be the object of a chronogenetic analysis, using the age of onset as a genetically determined and quantitative phenotypic parameter. A total of 2000 index cases has been considered and their families analyzed with respect to the segregation ratios in the sibships of the subjects and in those of their parents. The observed values of segregation are found to be not significantly different from those expected under the hypothesis of a diallelic monomeric autosomic trait. It is concluded that the temporal trait, age of onset, must be genetically conditioned and that its chronogenetic variabilitydetermined by the genetic variability of the starting ergons -may be assessed by means of standard techniques for quantitative analysis.
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